The group B streptococcus (GBS) remains a major perinatal pathogen both for mothers and their infants. The risk of neonatal sepsis is increased when maternal colonization is combined with certain risk factors such as maternal GBS infection including bacteriuria, preterm labour, prolonged rupture of membranes, multiple births, maternal diabetes and low concentrations of specific antibody to GBSI. Low levels of maternal IgG2 and IgG4 may also be important factors in the pathogenesis of neonatal disease 2 • Most reports have stressed the importance of prevention of GBS in neonates. Serious GBS infection in mothers should also not be forgotten. We report here the case of a mother and her baby both of whom developed GBS sepsis after delivery.
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CASE HISTORY
A 23-year-old primigravida presented at 39 weeks' gestation with spontaneous rupture of membranes after an uneventful pregnancy. Contractions began 19 h later but the patient failed to progress in the first stage of labour and after a further 17 h the baby was delivered by emergency caesarean section. At birth the baby weighed 3215 g and appeared well. As the membranes had been ruptured for> 24h, a blood culture, gastric aspirate and surface swabs were collected from the baby, who was started on intravenous cefuroxime and benzylpenicillin prophylactically. Clinically she remained well.
Thirteen hours post-operatively the mother developed a temperature of 38.7°C and had rigors. Initially she was treated with intravenous cefuroxime and metronidazole. Group B streptococci were isolated from her blood culture and high vaginal swab and from the baby's blood culture, gastric aspirate and ear swab. The initial antibiotic regimens were replaced by intravenous amoxycillin for the mother and intravenous benzylpenicillin alone for the baby. Both patients made an uneventful recovery. The blood culture isolates from the mother and baby both belonged to serotype III, which is commonly associated with neonatal sepsis and genital carriage in women.~aternal levels of the four IgG subclasses were within normal limits.
COMMENT
Most of the different strategies for the prevention of GBS infection have focused on neonatal infection. These include chemoprophylaxis, immunoprophylaxis and local measures such as chlorhexidine disinfection of the vagina during labour. In the absence of an effective GBS vaccine chemoprophylaxis appears to be the most feasible approach. Prenatal and postnatal chemoprophylaxis are not successful and the latter certainly failed to prevent infection in the case described here. Intrapartum chemoprophylaxis appears to be the most effective way of interrupting the transmission of GBS from colonized mothers to their babies! although it will not prevent late-onset disease".
The strategy that has been recommended by the American Academy of Pediatrics includes screening all pregnant women at 26-28 weeks' gestation with lower vaginal and anorectal swabs to detect those who are colonized" Therapy could then be targeted to colonized mothers who have other risk factors for neonatal GBS infection-Leo premature labour, prolonged ruptured membranes, intrapartum fever. Giving antibiotics to all pregnant women is considered an unjustified overprescription of antibiotics. Screening by culture during pregnancy will identify many carriers but genital carriage of GBS is unstable and ideally carriage should be determined at the time of onset of labour or rupture of membranes. Results can be obtained more quickly by the use of rapid screening tests. The tests presently available have good specificity but unlike standard culture methods are only sensitive enough to detect heavily colonized women-, They may still be of value, however, since heaviness of carriage appears to be directly related to the risk of neonatal septicaemia", Our case emphasizes the need to identify those patients at risk of developing GBS sepsis and to give them intrapartum chemoprophylaxis. This may offer protection to both the mother and the baby. The importance of puerperal sepsis due to GBS has been overshadowed by the attention given to prevent neonatal infection. Any guidelines for the management of GBS in pregnancy should take into consideration the excess maternal morbidity as well as the neonatal morbidity. rapid 
Idiopathic rhabdomyolysis
intermediates; and the ratio of non-esterified fatty acids to ketones after a prolonged fast. A needle muscle biopsy showed no evidence of MacArdle's disease or phosphofructokinase deficiency but it did show a mild increase in lipid. This might suggest a disorder affecting fatty acid oxidation in muscle, though as yet we have been unable to prove this. Our patient did not have the fasting hypoketotic hypoglycaemia and elevated plasma free carnitine typical of carnitine palmitoyl transferase 1 (CPT 1) deficiency. Nor did he have the pattern of acyl carnitines in the blood that indicates CPT 2 deficiency, long chain acyl CoA dehydrogenase deficiency or other known defects of fJ-oxidation.
The patient improved clinically over the next few weeks. His renal function was normal. His serum creatine kinase had returned to normal and his urine had become negative for myoglobin by week 3. It is suspected that his sister died of the same disorder although post-mortem examination was inconclusive.
Since the whole episode was precipitated by a period of fasting associated with an intercurrent illness, the family have been advised during periods of illness never to allow fasting for longer than 6 h and have been provided with an emergency pack of 15% Maxijul.
COMMENT

Idiopathic rhabdomyolysis was first described in 1910 by
Meyer-Betz in a 12-year-old boy who sutTered three attacks of muscle cramps associated with weakness and pigmenturia", Two forms of the disease have been described. Type 1 is usually precipitated by exercise and type 2 by infection or fever. The type 1 exercise-induced form is characterized by a male predominance, more frequent attacks, and a lower morbidity and mortality. The type 2 toxic childhood form is seen equally in boys and girls and is characterized by fewer but more severe attacks, and a higher morbidity and mortality.
The likelihood of identifying an underlying biochemical defect remains low. Disorders of both fatty acid oxidation and glycolysis/ gluconeogenesis may result in myoglobinuria. In a literature review of 60 cases between 1910 and 1988, only 18 cases were fully characterized/. Of these, 11 were due to CPT deficiency and seven to glycolytic defects.
Idiopathic rhabdomyolysis is a rare and potentially lethal disorder of skeletal muscle. The syndrome is characterized by muscle cramps, myoglobinuria, and a grossly elevated serum creatine kinase. The most common cause of mortality is acute tubular necrosis. The key to successful management is early recognition and prompt treatment.
A boy presented at 2 years 5 months with a history of coryzal symptoms for 1 week and diarrhoea and vomiting for 24 h. On the morning of admission he had passed red urine. His older sister had died in 1991 aged 5 years following a similar illness. On examination he looked mildly dehydrated and pale. His weight was 12.1 kg (10th centile), blood pressure 11O/60mmHg and heart rate 11Obpm. His calf muscles were tender on palpation.
Routine blood investigations were normal. Urine analysis demonstrated a large amount of a pink coloured protein and electrophoresis showed this to be myoglobin. His serum creatine kinase was grossly elevated at 135000 U/L. Therefore a diagnosis of rhabdomyolysis was made.
He was initially rehydrated with 4.5% albumin and dextrose saline before being transferred to the metabolic unit at Great Ormond Street Hospital for further investigation. The results of the following investigations were normal: quantitative plasma free and acyl carnitine; blood spot acyl carnitine profile; plasma amino acids and urine organic acids; G6PD assay; red cell glycolytic
